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Figure 1. Participant demographics. Age indicated as mean(sd).

A total of 248 cerebrospinal fluid (CSF) samples from the GENetic FTD Initiative including 109
presymptomatic and 63 symptomatic mutation carriers as well as 76 mutation-negative controls were analysea
for this study. For the proteomic analysis we used liquid chromatography coupled to mass spectrometry (LC-

Q/IS), employing the tandem mass tag (TMT) technique for multiplex quantification. /
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Figure 2. Volcano plot for symptomatic mutation carriers. Volcano plots generated from ANCOVA analysis with Benjamini-Hochberg correction. Names are shown for the top 15 hits. Only symptomatic groups vs non-carrier comparisons shown.
non-significant, ® significant p-value, ® significant p-value and log, fold change.

Using ANCOVA analysis with Benjamini-Hochberg SLC9A3RT Na(+) exchange regulatory cofactor NHE-RF?
correction for multiple comparisons we identified TNFSF12 [1amor necrosis factorligand superfamily member
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symptomatic groups.
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CONCLUSION [ as the first study of untargeted proteomics in the GENFI cohort, this work will provide valuable insight into novel fluid biomarker
candidates that may be helpful to track disease progression. The results have been validated by correlation with previous studies and

network analyses are now being performed for a better understanding of the biological processes implicated in each genetic form.
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